Proceedtngs of the Royal Society of Medicine 6 isoniazid was reduced to 5 mg. daily as it was thought possible that the comparatively high dose might be toxic.
Since then she has done well. Streptomycin was stopped after three months and she was given isoniazid 10 mg. daily and PAS 3 grams three days a week for three months more. She left hospital on 20.9.58 aged 4 months weighing 13 lb. 12 oz. She is a happy baby and appears to be healthy and developing normally. Her hearing seems to be normal. Chest film shows almost complete clearing (Fig. 2) .
Discussion .-In 1935 Beitzke said that in a case of supposed congenital tuberculosis it must be shown that the disease process was tuberculous and that it was present at birth or within a few days or, in cases presenting later, that the primary complex was in the liver or extra-uterine infection was excluded by separation from the mother at birth and segregation from any other possible source of infection. This baby certainly had tuberculosis, was separated from her mother and developed signs while still in the Premature Baby Nursery. She was never in contact with the father or other possible infectors.
Reported cases of congenital tuberculosis were reviewed by Corner and Brown in 1955. They found 133 cases in the world literature and added another; 3 of these had been treated and survived. I have found accounts of 11 more, including 4 survivors (Riordan, 1955; Fouquet et al., 1955; Hudson, 1956; Andersen and Fredhjem, 1954; Wayl and Stein, 1958) .
Infection in congenital tuberculosis may occur in several ways. There may be hmmatogenous spread from miliary foci in the placenta to the liver when the illness may present as jaundice, or through the ductus venosus giving multiple lesions in the lungs. The liquor amnii may be infected either from the placenta or, after rupture of the membranes, from a tuberculous endometritis. Infected liquor may be swallowed, giving primary infection in the gut, or inhaled, giving a lung primary. It is probable that this was the mode of infection in our case and that, as one would expect in the newborn, there was rapid dissemination of infection giving lymph gland and spleen enlargement.
Congenital tuberculosis is a rare disease but since it can now be successfully treated it should be considered in the diagnosis of atypical respiratory illness or jaundice in the first few weeks. The tuberculin test is not helpful at the onset. Gastric washings should be cultured and the mother X-rayed and, if the diagnosis seems likely, treatment should be started while awaiting bacteriological proof; if it is delayed the baby will die. Juvenile Xanthomatosis-Histiocytosis-X.-B-GANS, M.D., M.R.C.P. B. U., male, born 7.2.58. Only child. No family history of xanthomatosis. Developed (according to his mother almost overnight) five raised, firm, painless, yellowish-pink, damsonsized lesions on his scalp at the age of 6 weeks. Progress before and since the appearance of eruptions has been normal. When first seen, aged four months (Fig. 1) , had, in addition to FIG. 1. the scalp lesions, flat, reddish-brown, firmi infiltrations of indistinct outline on his left arm, right leg, above his right eyebrow, and to the right of his nose. His liver and spleen were enlarged, 6 and 3 cm. respectively, below the costal margins.
A biopsy of a scalp node (Fig. 2 Infant started on prednisone on 6.6.58, and still under treatment. For the first three months slow increase, during the last two months steady decrease, in the hepatosplenomegaly. No new skin lesions have appeared, but they have become slightly darker, larger and flatter. Throughout, the infant has made excellent physical and mental progress.
Juvenile xanthoma usually appears shortly after birth and lesions are found mainly on the scalp and face, but also on the limbs and occasionally the trunk. In contradistinction to the tuberous, the disseminated and the secondary xanthomatoses, the serum lipid levels are normal in these children. Whereas in most xanthomatoses a very similar histological picture underlies a diversity of clinical syndromes, the opposite holds for juvenile xanthoma. Histologically, the skin lesions may resemble histiocytoma, dermatofibroma, nwvo-xantho-endothelioma, or sarcoma cutis (Weber, 1908; McDonagh, 1909 McDonagh, , 1912 . The variegated histological picture may be due to changes occurring in the lesion as it ages. At the beginning the cutis is stuffed with histiocytes and there are few giant cells. At this stage no lipid is found. Later on lipid material is taken up and the histiocytes change to foam cells and the number of giant cells increases.
In this case of juvenile xanthoma there is evidence of systemic involvement, as shown by the hepatosplenomegaly. Lamb and Lain (1937) described a case of juvenile xanthoma with pulmonary infiltration and Blank et al. (1949) a similar case with ocular involvement. Most writers now agree with Tannhauser (1950) that juvenile xanthoma should be grouped between the hypercholesterolkmic disseminated xanthom-atoses and the normocholesterolkmic "Histiocytosis X" of Lichtenstein (1953) (Table I) . (Fig. 1 ): slow activity with periodic diphasic complexes. Appearance consistent with Van Bogaert's encephalitis.
Progress.-The child became stuporous and after a few days developed myoclonic jerks. These occurred about every six seconds and involved different parts of the body; sometimes the legs, sometimes the arms or the head predominated. In addition the child had a coarse tremor. After a few months the stupor increased and he became comatose. By this time the jerks had become less frequent and he lay in the position of decerebrate rigidity with considerable
